The thalassemias are classified according to which chain of the hemoglobin molecule is affected. In a thalassemias, production of the á globin chain is affected, while in â thalassemia production of the a globin chain is affected. Thalassemia produces a deficiency of α or β globin, unlike sickle-cell disease which produces a specific mutant form of β globin. β globin chains are encoded by a single gene on chromosome 11; α globin chains are encoded by two closely linked genes on chromosome 16. Thus in a normal person with two copies of each chromosome, there are two loci encoding the β chain, and four loci encoding the α chain thus it affected the morphology of red blood cell i.e. erythrocytes.
Introduction:
Thalassemia (from Greek thalassa, sea, haima, blood; British spelling, -thalassaemia‖) is an inherited autosomal recessive blood disease. In thalassemia, the genetic defect results in reduced rate of synthesis of one of the globin chains that make up hemoglobin. Reduced synthesis of one of the globin chains can cause the formation of abnormal hemoglobin molecules, and this in turn causes the anemia which is the characteristic presenting symptom of the thalassemias. The disease is particularly prevalent among Mediterranean peoples, and this geographical association was responsible for its naming:
Thalassa is Greek for the sea, Haema is Greek for blood. In Europe, the highest concentrations of the disease are found in Greece, including the Greek islands; 
Material and Method:
Major hospitals in Akola include the Civil Hospital, Chaudhary Hospital and Akola Critical Care Unit. From October 2009 to March 2010 a survey of patients with thalassemia major was conducted in Akola City. Thirty one thalassemic children were enrolled as study subjects who are Transfusion dependant from diffrent hospitals as well as blood bank. Specimen: A fresh venous sample collected in EDTA was used to prepare PBS. Peripheral blood smear was prepared for observed the polymorphism in blood cell.
Result and Discussion:
There are more data to support the protective advantage of HbS than for any other polymorphism. Nevertheless, although heterozygotes (HbAS) have consistently been shown to enjoy >90% protection against severe and lethal malaria , they are not protected from symptomless parasitaemia , and the mechanism of protection remains controversial. To some extent, it almost certainly relates to the premature removal of iRBCs through an innate mechanism resembling that seen in G6PD deficiency. However, recent evidence from one population shows that HbAS protection increases with age. There was deformity in rbc cytoskeleton due to the oxygen deficiency. 
Conclusion:
This short review provides a flavour of some fascinating recent developments that relate to the polymorphisms of RBCs. It can been seen that thalassemia has had a profound effect on the genetic makeup of many tropical populations, and that studies that aim to understand how such polymorphisms affect malaria risk continue to provide important clues regarding the host-parasite relationship. The challenge for the future will be to convert these lessons into practical advances in the prevention and treatment of the disease.
